enhancer factor) transcription factors, POP-1 (Lin et al., 1995). In vertebrates and Drosophila, the WRM-1-related proteins, ␤-catenin and Armadillo, are thought to enter the nucleus in response to signaling, where they bind to and activate TCF/LEF-related factors (for review, 
Table 1. Genetic Analysis of Endoderm Specification in mom-4

Percent of Embryos Embryo Type
Lacking Endoderm (n) mom-4(ne4) 9 (214) mom-4(ne135)
11 ( stimulate WRM-1/LIT-1 kinase activity leading to the increased phosphorylation of POP-1. Finally, we show that this activation is dependent on the putative kinase tissues similar to those normally produced by its anterior sister, MS (Experimental Procedures and data not activation loop of LIT-1 that serves as a target for activating phosphorylation in related kinases. The structural shown). Furthermore, in lineaged embryos, this transformation in cell fate was correlated with accelerated divisimilarities of LIT-1 to MAPK and of MOM-4 to MAPK kinase kinase raise the possibility that a MAPK-like kision timing in the E lineage (data not shown). In order to ask if mom-4 is required for POP-1 asymmetry, we stained mom-4 mutant embryos with an antidaughter, E. To further examine this possibility, we used laser ablation to prevent all blastomeres except E from body specific for POP-1. We found that POP-1 staining levels were equal and high in the nuclei of sister cells differentiating in mom-4(ne19) mutant embryos. In 13 of 22 such embryos examined, we found that E failed to resulting from AP divisions (Figure 1 and data not shown). Taken together, the genetic relationship of produce endoderm and instead produced mesodermal also Experimental Procedures). For example, the momTo clone the mom-4 gene, we mapped it to a small 4(ne19) allele is predicted to cause an early frameshift interval on genetic and physical maps of LGI. We then after codon 46 and a premature translation termination used RNA interference (RNAi) to determine whether the as a consequence. We also found that mom-4(ne19) loss of function of any of the predicted genes within this behaves like a deficiency in genetic complementation interval could result in a phenotype similar to that of tests (Table 1) . Nevertheless, none of the mom-4 mumom-4 (Rocheleau et al., 1997; see Experimental Procetants produced a fully penetrant maternal effect Mom dures). One of the genes we tested in this RNAi assay phenotype, suggesting that the mom-4 function is not (F52F12.3) gave a low frequency of mom-4-like dead absolutely required for AP polarity control in the EMS embryos (data not shown). We further analyzed this gene cell. This could reflect a role for MOM-4 in one of multiple by conducting the RNAi assay in the genetic background parallel pathways for activating the WRM-1/LIT-1 kinase of the mom-5 mutation and found that the Mom pheno-(see Discussion). One possible source of AP polarity type associated with mom-5 was strongly enhanced signaling in the absence of mom-4(ϩ) activity is a highly (Table 1) proper specification of posterior cell fates, strongly sug- In the present study, we have described a novel polar- (e1091), hDf9, nDf25, nDf24, nDf29, qDf9, qDf10, mnDf111 , linmABRL2 antibody and the staining procedure were described pre-11(n566), hT1(I;IV), hT2(I;III); LGII, bli-2(e768); LGIII, unc-32(e189), viously (Lin et al. 1998 ). dpy-18(e364), eT1(III;V), qC1; LGIV, unc-5(e53), nT1(IV;V); LGV, dpy-11(e224), him-5(e1409); and LGX, lin-2(e1309), lon-2(e678). C. eleg
